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Abstract

Background/Aims: Heading disorientation (HD) is a type of
pure topographical disorientation. Reported cases showing
HD have been very few so far, and its underlying mechanism
remains unclear. The aim of this study is to find the anatom-
ic substrates of HD and to demonstrate a possible underly-
ing mechanism for the symptom. Methods: We investigated
3 patients with HD by a new test, the card-placing test (CPT).
Part A of the test assesses the ability of a subject to retain
information on spatial locations of cards placed on the floor
around the subject. Part B examines the subject’s ability to
integrate information on the spatial locations of similarly ar-
ranged cards and that on changes of the body directions.
Results: The patients had a lesion that commonly involved
the right retrosplenial cortex and showed good record re-
sults for part A but very poor ones for part B. Conclusions:
The results of the CPT suggest that HD patients cannot inte-
grate information on the spatial locations of objects derived
from an egocentric reference frame with that on changes of
the body directions. The retrosplenial cortex may be the
place where these different types of information necessary
for navigation converge. Copyright © 2010 S. Karger AG, Basel

Introduction

Topographical disorientation is defined as the loss of
the ability to find one’s way within one’s locomotor envi-
ronment. This symptom is often observed in patients
with diffuse brain damage (e.g. dementia and acute con-
fusional state). There are certain individuals, however,
who show topographical disorientation after focal brain
damage. By reviewing such cases comprehensively,
Aguirre and D’Esposito [1] recently proposed that there
are at least four varieties of topographical disorientation:
egocentric disorientation, landmark agnosia, antero-
grade disorientation, and heading disorientation (HD).

Patients with egocentric disorientation, although they
have intact visual recognition ability, exhibit severe defi-
cits as to the relative locations of objects with respect to
the self [2-5]. Their performance is often impaired in a
wide range of visuospatial tasks such as mental rotation
and spatial tapping tasks. Thus, their disability includes
not only the representation of a large-scale environment
but also wide varieties of cognition that need spatial rep-
resentational function. Such patients usually have a le-
sion in the right or bilateral posterior parietal region(s)
[2-5].

In contrast to egocentric disorientation, patients with
landmark agnosia retain the ability to identify and to rep-
resent the locations of objects, but are defective in recog-
nizing salient or prominent environmental features for
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Fig. 1. Fluid attenuated inversion recovery
(FLAIR) MRI scan of case 1 (a, axial; b,
sagittal views). High signal intensity can
be seen in the right retrosplenial area that
extends into the right splenium and for-
ceps major of the corpus callosum.

the purposes of orientation [6-9]. They usually have a le-
sion that involves the right or bilateral lingual gyrus, this
being very close to the anatomical substrates of patients
with visual agnosia whose visual recognition deficits are
not confined to landmarks [6-9].

In anterograde disorientation, only impairment in a
novel environment is seen, the ability to navigate in fa-
miliar places being good. The lesion site responsible for
this is presumed to be the parahippocampal gyrus, which
is supposed to have some computational function neces-
sary for the acquisition of novel topographical knowledge
[10].

HD is different from the above-mentioned three vari-
eties in that HD patients can represent the relative loca-
tions of objects and they are able to easily recognize land-
marks, but suffer from topographical impairment not
only in a novel but also in a familiar environment. It is
implied that the primary deficit in HD is an inability to
derive directional information from landmarks to reach
a destination [1, 11].

HD is thus a very unique and intriguing symptom,
however the number of reported cases has been limited
so far and a specific test for HD has not been developed
yet. Therefore, the underlying mechanism of HD remains
unclear. Here, we report 3 HD patients examined by us-
ing a new clinical test that we had developed, and discuss
a possible underlying mechanism of HD.

Case Reports

Patient 1

On August 12,2001, a 67-year-old right-handed salesman with
9 years of education, who had been under treatment for diabetes
mellitus and hypertension for 10 years, was driving a car on his

88 Eur Neurol 2010;63:87-93

usual way back to home. When he stopped at a crossroad, he sud-
denly became embarrassed. In the front, he saw buildings and
trees that were familiar to him. He was aware that he was near his
house, but was unable to determine which direction he should
drive. After having made many wrong turns along the way, he
managed to finally arrive at his house; it had taken him 2 h from
a place where he usually only needed 5 min by car. Nine days
later, he was referred to our hospital.

On admission, he was alert, cooperative, and neurologically
normal including the visual field and visual acuity. He did not
show any visual agnosias such as object agnosia or prosopagnosia.
The line bisection and line cancellation tasks revealed no hemi-
spatial neglect. His language function was intact. He could repeat
6 digits forward and 5 digits backward. He could tap 6 points for-
ward and 5 backward. His episodic memory function seemed to
be intact, because he could remember events that had occurred
before, during, and after the onset of his topographical disorien-
tation. During his 1-month stay at our hospital, he frequently lost
his way to his room. He said that he had difficulty in remember-
ing the positional relationship of the nurse station, toilets, labora-
tories and his room. Indeed, even when he could recognize that
he was near his room by identifying the nurse station, he could
not determine which direction he should go to return back to his
room. Although he could say the names-of stores or offices near
his house, he was unable to draw a map of the vicinity of his house.
On the Wechsler Adult Intelligence Scale-Revised (WAIS-R), his
verbal IQ was 100, performance IQ was 91, and total IQ was 97.
His verbal memory quotient on the Wechsler Memory Scale-Re-
vised (WMS-R, Japanese version) was 110 and that of visual mem-
ory was 63.

MRI performed 2 days after his admission revealed an isch-
emic cerebral lesion at the right retrosplenial area that extended
into the right splenium and forceps major of the corpus callosum
(fig. 1). His topographical disorientation gradually ameliorated
and had almost disappeared 6 months after the onset of his
stroke.

Patient 2

This 72-year-old right-handed man with 9 years of education
had a history of cardiac arrhythmia. On May 13, 2004, when he
was riding a bicycle, he suddenly lost his way back home. He rec-

Hashimoto/Tanaka/Nakano



Fig.2. FLAIR MRI scan of case 2 (a, axial;
b, sagittal views). High signal intensity can
be seen in the right medial occipital lobe
that extends into the right retrosplenial
area. Low signal intensity that suggests an
old infarction can also be seen in the right
frontal lobe.

ognized that he was in front of a store near to his house, but was
unable to recall the direction his house was in. He needed 30 min
to get back home from a place where he usually needed 5 min by
bicycle. He remembered that he made many mistakes when turn-
ing and finally arrived at his house only by spotting familiar land-
marks. Two days later, he was referred to our hospital.

On admission, he was alert and cooperative. He had atrial fi-
brillation but no signs of heart failure. He had left homonymous
hemianopsia, but did not show obvious left hemispatial neglect,
judging from the line bisection and line cancellation tasks. He did
not show any visual agnosias such as object agnosia or prosopag-
nosia. His language function was intact. He could repeat 5 digits
forward and 4 backward. His episodic memory function was
thought to be preserved because he could relate things that he had
experienced before, during, and after the onset of his topograph-
ical disorientation. During his stay at our hospital for 1 month, he
had a great trouble in remembering the location of his room and
often got lost, even when returning from the toilet that was only
10 m away from his room. On the WAIS-R, his verbal IQ was 82,
performance IQ was 79, and total IQ was 79. In the Rey-Osterrieth
Complex Figure Test (ROCFT), his score for copying was 36/36,
with 12/36 for immediate recall and 6/36 for delayed recall (30
min after the copying).

MRI on the admission day revealed a fresh infarction in the
medial aspect of the right occipital lobe that extended into the
right retrosplenial area, and an old infarction in the right frontal
lobe (fig. 2). His topographical disorientation gradually improved,
but he still had some trouble even 6 months after the stroke.

Patient 3

This 67-year-old right-handed man with 9 years of education
had undergone an operation, partial resectioning of the left lung,
because of lung cancer on April 2, 2005. Two days after the op-
eration, he suddenly became unable to return to his room from a
toilet that was about 20 m away. During the following several
days, he was often found wandering about the surgical ward look-
ing for his room. Two weeks after the operation, he was referred
to the hospital’s neurology department.

On the initial neurological examination, he was alert and co-
operative. General neurological examination showed that he was

Heading Disorientation

intact including the visual acuity and visual field. His language
function was normal. He showed no visual agnosias. The line bi-
section and line cancellation tasks demonstrated that he had no
spatial neglect. On the Mini-Mental Status Examination (MMSE,
Japanese version), his score was 26/30. In the Auditory Verbal
Learning Test (Japanese version), his performance was presumed
to be normal because he could say 11 out of 15 words on the fifth
recall and remembered 8 of them after a 30-min delay. His epi-
sodic memory function appeared to be preserved because he
could say why and when he had received the operation and could
relate episodes when he got lost in the surgical ward. In the
ROCFT, his scores for copying, immediate recall and delayed re-
call (30 min after the copying), were 34/36, 7.5/36 and 4/36, re-
spectively.

MRI on his reference to the neurological department revealed
a fresh infarction in the medial aspect of the right occipital lobe
that extended into the right retrosplenial area (fig. 3).

Card-Placing Test

We investigated these 3 patients using a new test, which we
named the card-placing test (CPT). The CPT examines the abil-
ity to represent spatial locations of objects placed on the floor
around a subject. The CPT consists of two parts - part A and B.
In part A, asubject stands in the center square of nine, 3 X 3 each
35 X 35 cm drawn on the floor. The subject is instructed to re-
member locations of three cards with different signs (circle, tri-
angle and cross), each randomly placed in one of the eight squares
surrounding the subject. After 10 s, the examiner takes away all
the cards, hands them to the subject, and orders the subject to put
them back in their original positions. In part B, the subject has to
remember the locations of the same three cards placed on the
floor as in part A. Immediately after the three cards have been
removed, the subject is rotated to the right or to the left by 90 or
180°, as determined in advance (fig. 4), and then asked to restore
the three cards to the same locations as before. For each of part A
and part B of the CPT, a subject undergoes 10 consecutive trials.
The subject gets 1 point each time he puts one card in the right
place and thus the full scores for each of part A and part B are 30
points.
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Table 1. CPT scores of controls and patients

Age CPTpartA  CPTpartB
(mean * SD) (mean £ SD) (mean * SD)
full scores; 30 full scores; 30
Controls (n=9) 654438 27630 25.0%x4.3
Case 1 67 28 4
Case 2 72 26 12
Case 3 67 26 17

CPT Scores of Control Subjects

We carried out the CPT in 9 healthy right-handed volunteers
(5 women and 4 men) who had never experienced a brain disease
such as cerebrovascular disease, head trauma or epilepsy. Their
ages ranged from 60 to 72 (65.4 * 4.8 [mean + SDJ). They were
independent in daily life and did not complain of topographical
disorientation. All of them scored over 27/30 (29.1 = 1.1 [mean
+ SD]) in the MMSE (Japanese version). As for the CPT, all of
them scored over 21/30 (27.6 £ 3.0 [mean * SD]) in part A and
over 17/30 (25.0 = 4.3 [mean * SD]) in part B.

CPT Scores of the Three Patients

We examined all the 3 patients within 2 weeks after their
stroke, when they showed marked topographical disorientation.
The respective scores of cases 1, 2, and 3 in part A were 28/30,
26/30, and 26/30, and those in part B were 4/30, 12/30, and 17/30
(table 1).

Discussion

Our 3 patients demonstrated marked topographical
disorientation characterized by the following common
features: (i) inability to derive directional information
from salient landmarks in spite of their ability to recog-
nize them; (ii) topographical disorientation in a novel as
well as a familiar environment; (iii) a mild to moderate
visual memory disorder; (iv) absence of prominent visuo-
spatial disorientation, as proved by preserved tapping
span, no signs of hemispatial neglect and intact construc-
tional abilities, and (v) fairly well-preserved general intel-
lectual functions. These clinical characteristics are quite
similar to those in previous case reports [11-17], and ac-
cording to Aguirre and D’Esposito [1] this type of topo-
graphical disorientation is a type of pure topographical
disorientation, namely HD.

With respect to the responsible lesion for the develop-
ment of HD, our 3 cases each had a localized lesion af-
fecting a specific cortical area in common: case 1 had an
infarct in the right retrosplenial area that extended into

Heading Disorientation

the right splenium and forceps major of the corpus cal-
losum; case 2 had an old infarction in the right dorsolat-
eral frontal lobe and exhibited his HD when he developed
a fresh infarction in the right medial occipital lobe in-
volving the right retrosplenial area, and case 3 also had a
single ischemic lesion confined to the right retrosplenial
areaand medial aspect of the right occipital lobe. Damage
to the left retrosplenial has been reported to be associated
not with HD but with episodic memory deficits [18-21].
Thus, the findings in our cases combined with recent re-
views [1, 22] strongly indicate that the right retrosplenial
region is the critical site for HD. The differences of symp-
toms between the right and left retrosplenial lesions
would be one of the examples of asymmetric organiza-
tion of higher cerebral functions in humans; in this case,
the left retrosplenial area is more associated with aspects
of episodic memory, whereas the right one is preferen-
tially concerned with spatial navigation.

What, then, is the mechanism underlying heading dis-
orientation? In normal circumstances, it is considered
that the identification of landmarks, information on their
spatial locations, heading orientation, and learning and
updating information in response to new environment
are integrated and used altogether for navigation. Be-
cause previous cases with HD and our 3 cases showed
mild to moderate anterograde visual memory distur-
bance, the deficits may contribute their topographical
disorientation especially in a setting of new environment.
A case reported by Suzuki et al. [15], however, did not
demonstrate visual memory disturbance at all and the
patients with HD including ours showed disorientation
not only in a new but also in a well-known familiar envi-
ronment [1, 11-17, 22]. Thus, anterograde visual memory
disturbance alone cannot explain their disorientation.
Given that patients with HD retain the abilities to recog-
nize landmarks and to map the spatial locations of im-
mediate objects, they should be specifically defective in
integrating head directional signals. This is further sup-
ported by the results of the CPT in our 3 patients.

To accomplish part A of the test, the subjects are like-
ly to have to use an egocentric reference frame. The nor-
mal scores for part A in our 3 patients suggest that they
were able to use an egocentric reference frame to repre-
sent the spatial locations of objects surrounding them. In
contrast, all 3 patients had great difficulty in performing
part B. Although the score of 1 patient (case 3) was bor-
derline, those of the other 2 (cases 1 and 2) were well be-
low the controls’. Moreover, all of them appeared to be
truly perplexed when they were engaged in performing
part B: an observation that was not seen in control sub-
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